The commonest cause of primary adrenal failure and shrunken adrenals is autoimmune adrenalitis. The same clinical picture with adrenal masses is nowadays most commonly due to carcinomatous spread. Our case emphasizes the importance of obtaining tissue from patients such as these, where no primary lesion is apparent, as occasionally a treatable lymphoma will be found.
of 173 cases of lymphoma had adrenal masses. Of these, 3 were detected at presentation. Three were bilateral, of which 2 were detected at presentation and the third at relapse. 4 In another, 7 of 257 cases of non-Hodgkin's lymphoma had adrenal masses, of which 3 were bilateral. In these 7 the other organs involved were: none (3); kidneys (2); gut (1); kidneys, gut and pancreas (1); and retroperitoneal nodes (6).5 Cases of lymphoma presenting with Addison's disease due to adrenal involvement, but without evidence of dissemination, are very rare. We present one such case.
A 68 year old white male presented with a 9 month history of weakness, faintness, anorexia, dysgeusia and weight loss of 20 kg. The skin was pigmented on lightexposed areas, the palmar creases were dark and the nail beds pale. The pulse was 72 beats/min and the blood pressure 145/90 mmHg with no postural drop. There were no other abnormalities to find. There was a mild normochromic, normocytic anaemia. The erythrocyte sedimentation rate was 42 mm in the first hour. Plasma sodium was 132 mmol/l, potassium 4 A 35 year old male patient was admitted with progressive weakness, pallor and purpura of 3 months duration shown to be aplastic anaemia. On the 7th day of his hospital stay he developed severe watery diarrhoea and became drowsy. He had received 80 mg intravenous frusemide with blood transfusion the previous night. Examination revealed moderately severe volume depletion, slurred speech, bilateral intention tremors, past pointing, impaired knee-heel test and ataxia. Serum sodium was 96 mmol/l. Other biochemical investigations and computed tomographic scan of the head were normal. His hyponatraemia was corrected over a period of 3 days, during which his cerebellar signs rapidly diminished and disappeared over the following 2 days.
Case 2
A 15 year old boy presented with intermittent fever, anorexia and recurrent vomiting for 10 days, unsteadiness of gait and head bobbing of 2 days duration prior to the admission. He had received a 7-day course of ampicillin before admission. He was febrile, moderately dehydrated and had soft splenomegaly. Neurological evaluation revealed striking dyssynergia, marked truncal ataxia, impaired coordination, broad-based ataxic gait and scanning speech. Investigations showed a positive Widal test, serum sodium 110 mmol/l, serum potassium 3.5 mmol/l and sterile blood culture. He was given intravenous ciprofloxacin and volume depletion was corrected with saline. His neurological symptoms rapidly improved within 24 h of hospitalization. He achieved complete neurological recovery within 3 days and became afebrile on the 5th day after admission.
Various authors have highlighted aphasia, hypo-and hyperreflexia, generalized rigidity, hemiparesis, focal weakness and unilateral Babinski sign in hyponatraemia reports.' Ataxia with hyponatraemia has been described with the use of carbamazepine,3 in acute intermittent porphyria4 and associated with bronchogenic carcinoma.2 Indeed, a pure cerebellar syndrome has only been described in the last setting, thus re-emphasizing the rarity of this manifestation. In both the cases described in this report, gross cerebellar signs were observed, though absence of nystagmus was noteworthy. Volume depletion was the triggering mechanism of hyponatraemia, a fact not described earlier in connection with hyponatraemia and cerebellar syndrome. Although cerebellar ataxia has been noted as a rare feature of enteric fever,5 6 
